The Z ring, composed of the tubulin homolog FtsZ, is essential for bacterial cell division. Recently a new protein, ZapA, has been discovered that localizes to the Z ring and stabilizes it, probably by promoting the bundling of FtsZ protofilaments. 
Gueiros-Filho and Losick [6] exploited this phenomenon: using an overexpression library, they isolated a novel gene that, when overexpressed, resulted in MinCD-resistance in B. subtilis. The 85 amino-acid gene product was named ZapA, for 'Z-ring associated protein'. ZapA has apparent orthologs in a number of species, including E. coli.
To investigate whether ZapA might interact with the cell division machinery, Gueiros-Filho and Losick [6] expressed a ZapA-green fluorescent protein (GFP) fusion in B. subtilis cells. They found that ZapA-GFP localizes early to Z rings in a FtsZ-dependent manner, and can also localize to Z rings in E. coli cells. This suggested that ZapA might bind directly to FtsZ, the most conserved member of the division complex, and have a universal function. ZapA was indeed found to bind strongly to FtsZ in vitro, and to greatly stimulate GTP-dependent assembly of FtsZ as measured by light scattering. Examination of FtsZ polymers by electron microscopy indicated that addition of ZapA bundles FtsZ protofilaments in the presence of GTP and decreases the GTPase activity of FtsZ, reflecting the increased stability of the polymer network.
These activities of ZapA, including early recruitment to the Z ring, stabilization of Z rings and bundling of FtsZ protofilaments, are strikingly similar to those of E. coli ZipA. But whereas inactivating ZipA in E. coli results in lethal filamentation, loss of zapA function had no detectable effect on B. subtilis cell division or viability. This raised concerns that ZapA might be a minor accessory factor for FtsZ, without an important or even defined role in cell division. A clue to ZapA's function came from the effects of decreased FtsZ levels: within a range tolerable for a zapA + cell, lower levels of FtsZ inhibited cell division and viability in zapA -cells.
Moreover, the zapA -mutation significantly enhanced the cell division defects of divIVA or ezrA mutants. Because DivIVA pilots MinCD to the cell poles, inactivation of DivIVA causes MinCD to be distributed throughout the cell, inhibiting Z-ring assembly at midcell and explaining why the lack of ZapA further inhibits cell division. The result with ezrA, on the other hand, is puzzling. EzrA has been proposed to be an inhibitor of Z ring assembly, because ezrA -cells are viable, have extra Z rings [13] 
